Dr J R Hobbs: Dr Harrison drew my attention to a report of excessive IgM globulin in the sera of 2 patients with biliary cirrhosis (McKelvey & Fahey 1965) . Besides the serum of this patient I had deep frozen aliquots of sera from 9 patients with histologically confirmed primary biliary cirrhosis and 6 patients with predisposing bile duct disease, and biopsy proven secondary biliary cirrhosispatients of Professor Sheila Sherlock, who has kindly allowed me to study their sera. The results of immunoglobulin assays are shown in Fig 1 and were the same by the method of Soothill (1962) and by that of Mancini et al. (1964) . It is clear that only elevated IgM is present in all primary cases so that biliary retention alone cannot account for this finding. In some cases the levels are comparable to those found in primary monoclonal macroglobulinwmia, but immunoelectrophoresis shows diffuse even precipitin arcs against anti-IgM in all 10 cases, in other words the increase First seen as an outpatient on 6.1.55 complaining of polyuria, excessive thirst, weakness and loss of energy with disturbances of vision, all occurring in the previous three weeks. Her husband had noticed increasing pigmentation in the last few months and she had lost a stone in weight recently. Past history: Infective hepatitis thirty-five years previously. Family history: Negative both for Addison's disease and for diabetes. On examination: Weight 9 st. Brownish pigmentation of palate, gum margins and skin with clusters of nwvi. The palmar creases were pigmented, but the pressure areas on the body were spared. Investigations: Blood pressure 110/80. Liver slightly enlarged. Hb 13-3 g/100 ml. WBC 7,000 (eosinophils 6%). Blood sugar 365 mg/100 ml. Plasma Na 117, K 5'1, Cl 85'5 mEq/l. Liver function tests showed abnormal flocculation.
X-rays of chest and abdomen: Normal heart with no calcification of adrenals.
Liver biopsy normal. Serum iron 122 pg/I00 ml. Kepler coefficient 5 5.
Four-day ACTH test showed 20% decrease in eosinophils and no significant increase in urinary 17-ketosteroids. Treatment: She was treated initially with up to 3 g of added salt alone. In March and April 1955 a total of 300 mg of DOCA was implanted. From May 1955 to September 1958 she had DOCA crystals intramuscularly. In April 1955 she was started on cortisone 25 mg a day and her requirements have varied between this and 12'5 mg daily up to the present. From October 1958 she has also been having fludrocortisone in doses of from 0 05 to 0-2 mg daily. Her diabetes has been controlled by a 2,000 calorie diet and her insulin lente requirements have fluctuated between 8 and 56 units a day. At present she is having cortisone 25 mg, fludrocortisone 0-05 mg, with a 2,000 calorie diet and 40 units of insulin lente a day. Course ofboth diseases: Her blood pressure which was initially 110/80, rose sharply to 180/100 when she had 50 mg of cortisone shortly after the 300 mg DOCA implant. After falling to normal, it again rose to an average of about 200/100 during the period from June 1961 to June 1963, when she was having mostly 0-2 mg of fludrocortisone daily, and is now 170/90. Her weight has remained constant, even during the bouts of hypertension. The heart size on X-ray has not increased and the ECG shows no evidence of left ventricular hypertrophy. The optic fundi are normal.
Her diabetes proved very unstable. Hypoglycemic attacks were provoked by slight exertion, or no apparent cause. Slight infections provoked hypoglycemic rather than hyperglyczmic attacks. She is now having the same dose of insulin as she started on in 1955.
We feel this woman was a mild case of Addison's disease and this contributed to her survival.
Comment
This case was presented because of the rarity of the combination of the two diseases. Only 113 such cases have been described in the world literature and in only 10% of these was the onset of both diseases simultaneous. This patient has now been under observation for over eleven yearssince the precortisone era, when 58 % of such patients died within a year of diagnosis.
Sarcoidosis with Recurrent Thrombophlebitis and Idiopathic Steatorrhea B D 0 Smith MB (for A J Karlish MD MRCP) (Battle Hospital, Reading)
Mrs M C, aged 31 History: In June 1963, three months after her first confinement, the patient developed an acute pyrexial illness with breathlessness, erythema nodosum and polyarthritis. A presumptive diagnosis of rheumatic fever was made and symptomatic treatment was given at home. In December 1963 she was found to have bilateral anterior uveitis with enlargement of cervical, axillary and submandibular glands. An X-ray of the chest showed bilateral hilar adenopathy with extensive mottling of the lung fields. Her Mantoux test was negative at I in 100, and a conjunctival biopsy showed changes consistent with sarcoidosis. She was treated with topical and systemic steroids. In February 1964 she developed severe headaches, blurring of vision and dizziness, and on admission to hospital was found to have retinal periphlebitis with hmmorrhages and partial central retinal vein thrombosis. Pain and tenderness were also noted behind the right knee, suggestive of incipient thrombophlebitis. She was given a course of anticoagulants and the maintenance dose of prednisolone was increased. The eye condition gradually resolved, but pulmonary mottling persisted in spite of continued prednisolone. Her poor general condition and failure to gain weight prompted further questioning, which produced a history of recurrent abdominal pain and diarrhoea. Further investigations: Hb 80%. Serum iron 35 pg/100 ml. Serum vitamin B12 40, 60 and 100 ppg/ml. Serum folate 2-4 and 3-3 m,ug/ml. Three-day fmcal fat 28 g (normal 5 g). Sternal marrow showed megaloblastic changes. Augmented histamine test gave normal amounts of acid and intrinsic factor. Schilling's 24-hour urine excretion of 57Co B12 was 0 3 % (normal over 10%). Barium meal examination showed flocculation in small intestine compatible with malabsorption. Jejunal biopsy (Dr S Ardeman) showed gross villous atrophy consistent with idiopathic steatorrhcea.
Progress: A gluten-free diet with vitamin B12 and folate produced an excellent response: the diarrhoea ceased, hematological values returned to normal, and she gained 9 lb in one month. Steroids were discontinued in March 1965 after fifteen months' uninterrupted treatment. A Kveim test carried out in August 1965 was strongly positive, giving a multinodular reaction 12 mm in diameter. Soon afterwards she was readmitted to hospital with deep venous thrombosis of the right leg. An X-ray of the chest showed considerable extension of pulmonary mottling. She received a further course of anticoagulants and treatment with steroids was resumed; her present condition is satisfactory on a daily dose of 15 mg of prednisolone.
Comment
The association of idiopathic steatorrhcea and sarcoidosis has not previously been reported. Fundal lesions in sarcoidosis are becoming increasingly recognized as steroids rapidly clear the anterior uveitis which obscures the fundal appearances. Periphlebitis with thrombosis of the retinal veins has been previously described in sarcoidosis (Kohner & Greenberg 1964) , but the special feature of this case is the thrombophlebitis in the leg which was first noted concurrently with thrombosis of the retinal veins, and recurred
